A 62-year-old woman with a history of myocarditis developed a sustained ventricular tachycardia (VT) refractory to amiodarone. A transthoracic echocardiogram revealed that the left ventricle (LV) was severely dilated with a normal LV wall thickness and LV ejection fraction of <25%. She underwent an electrophysiological study and catheter ablation of VT. The VT exhibited a right bundle branch block and right inferior-axis QRS morphology with a cycle length of 540 ms ( Figure 1 ). It was noted that there was a QS pattern in leads I and aVL and the QRS duration was 240 ms, suggesting an epicardial VT origin. Activation mapping during the VT was performed in the LV with a 7.5F, 3.5-mm tip irrigated ablation catheter (Navistar ThermoCool, Biosense Webster, Diamond Bar, CA), revealing a centrifugal activation pattern from the midlateral LV wall where a far-field ventricular prepotential was recorded. Rapid pacing at this site revealed classic entrainment with minimal fusion and a long postpacing interval. A subxiphoidal pericardial access was then obtained, and epicardial activation mapping was performed during the VT, revealing a double loop macroreentry 1 (Figure 2 ). Entrainment pacing was performed from multiple sites, confirming that it was a figure of 8 type of macroreentry 1 with a long critical isthmus ( Figure 2 ). Double potentials consisting of both systolic and diastolic potentials were recorded throughout the critical isthmus, and a series of diastolic potentials covered ≈70% of the VT cycle length (Figure 2) . A single irrigated radiofrequency application was delivered at the middle of the critical isthmus, resulting in a termination of the VT. Thereafter, no VTs could be induced by any pacing maneuvers on or off an isoproterenol infusion. No complications occurred.
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A voltage map revealed that there was extensive anterobasal epicardial scar but no significant endocardial scar in the LV (Figure 1 ). A propagation map during the VT demonstrated separate ventricular activation patterns between the epicardium and endocardium (Figure 3 ; Movies I through III in the Data Supplement). Cardiac magnetic resonance imaging revealed a region of delayed enhancement in the middle layer of the LV anterolateral wall, suggesting the presence of a plate-like intramural scar separating the epicardium from the endocardium (Figure 3) . These findings suggested that the plate-like intramural scar should block transmural conduction between the epicardium and endocardium around the VT reentrant circuit, resulting in the double-layer, separate ventricular activation patterns between the epicardium and endocardium during the VT.
Catheter ablation of VTs associated with myocarditis is challenging. 2, 3 This kind of VT can arise from endocardial and epicardial substrates that are associated with complex scar resulting from myocarditis. 2, 3 This case report illustrated the entire macroreentrant circuit of the epicardial VT associated with myocarditis and also double-layer, separate ventricular activation patterns during the VT caused by a separation of the epicardium from the endocardium by the plate-like intramural scar.
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